A novel role for calcium and membrane-binding proteins in regulation of respiratory burst in Ehrlich ascites tumour cells.
The effect of the signals, dexamethasone and phorbol-ester (TPA) and their interplay on the respiratory burst in Ehrlich ascites tumour (EAT) cells and the effect of this interplay has on the phosphorylation state and thus function of EAT cell cytosolic calcium and membrane-binding proteins (CaMBPs) was studied. Dexamethasone (1 mg/kg body weight) inhibited basal and TPA-activated EAT cell respiratory burst. CaMBPs isolated from EAT cells under the influence of either or both signals by a membrane-affinity binding technique showed similar profiles on SDS-PAGE. Autoradiography showed that only an 11,000 M(r) protein is subject to phosphorylation and that dexamethasone brings down the extent of phosphorylation of CaMBPs isolated from control and TPA-treated EAT cells. Phosphorylated CaMBPs from control and TPA-treated cells could activate the respiratory burst in Triton-permeabilized EAT cells in a dose-dependent manner (four- and six-fold activations, respectively, at 16 micrograms protein concentration) when included in the assay, whereas dephosphorylated CaMBPs from EAT cells from mice treated with dexamethasone alone, or later activated with TPA, could not. A phosphatase activity was detected in EAT cell cytosol receiving the dual-signal, dexamethasone and TPA.